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796 Correspondenceof inflammatory cells at the a) luminal side, b) abluminal
side, c) internal part of the ILT (in case of fibrinolysis), and
d) within the aortic wall without thrombus.
In our cases,4 we consider the points raised by Georga-
karakos et al. irrelevant since no ILT was observed, neither
in the neck nor at the junction of the sac and the neck of
this inflammatory AAA (patients 4 & 5). The apparent
thickness of the wall is only due to the inflammatory nature
of the lesion. The co-localisation of areas of high wall stress
and elevated FDG uptake and their concordance with the
sites of rupture in two cases as shown in our study also
suggest that high wall stress and accelerated metabolism
may act together to cause aortic aneurysm rupture.
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We read with great interest the article by Speelman et al.,
which combines information about wall stress and circulating
biomarkers, related toAAA growth rate. The results suggested
nocorrelationbetween stress values andbiomarkers.1Growth
rateof the lowstress groupwas significantly lower than that of
the medium stress, despite the fact that this difference was
not large between low and high stress groups.
Stress is strongly influenced by the loading systolic pres-
sure and the geometry of the AAA. So, the pressure steady
state could actually not only unmask the effects of different
geometry on stress values, but also its importance regarding
other hemodynamic factors proven to influence the AAA
expansion, especially in the early stages, where the amount
of intraluminal thrombus could be negligible. Increased flow
turbulence, depending onAAAgeometry, results in increased
stress values.2 The kinetic energy generated by turbulence
increases wall and fluid shear stress distally. The increased
fluid shear stress can result in further expansion and hence
further turbulence,whilewall shear stress is amechanism for
aneurysmal growth.2 This pattern provides an additional
explanation theory of small AAA expansion, potentially
applied in cases where neither differences in PWS nor
biomarker values conjugate satisfactory with the different
growth rates, like in the present study.
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